therefore, may have a central role in regulating plaque mesenchymal cells [22] . BMP-2 complexed with MGP is calcification similar to that in bone formation. If this were unable to induce osteoblast differentiation [23] . Localised the case, the transcription factor would be an attractive MGP may therefore act to suppress the ability of BMP-2 to target for interventions aimed at influencing plaque minerinduce differentiation of osteogenic cells within the plaque. alization. In addition Cbfa-1 would be a useful marker for There are differences in the patterns of MGP expression identifying early events involved in establishing conditions reported by Engelse et al. and previous data, which favouring plaque calcification. The findings are also sigdemonstrate high levels of MGP in areas of plaque nificant as they raise questions over the phenotypes of the calcification. These differences may be related to the stage Cbfa-1 positive intimal smooth muscle cells and macroin calcification of vessels examined in each of the studies. phages seen in early plaques. Both of these cell types have MGP is a secreted protein likely to have complex multiple already been shown to express some bone-associated roles in early and late stages of plaque calcification. proteins, such as osteopontin, matrix Gla protein and Identification of a key transcriptional regulator of bone osteoglycin [6, 8, 17] . Cbfa-1 may be responsible for directformation in human atherosclerotic plaques suggests a ing some of this programme of expression. Given the mechanism by which osteogenic protein expression in central role of the transcription factor in osteoblast difthese lesions could be regulated. It will now be important ferentiation it is possible that these Cbfa-1 expressing to determine the significance of Cbfa-1 in control of vascular cells are in the process of trans-differentiation into expression of bone-associated proteins by vascular cells an osteoblast-like cell type. The unidentified Cbfa-1 posiand in the process of vascular calcification. tive cells found in the more advanced plaques could be trans-differentiated cells descended from the cells seen in the early plaques. Another potential source of these cells References would be mesenchymal cells and pericytes that are known to exist within plaques [18] and that can be induced to may act as nucleators of calcium deposition [20] . Calcifi- 
